Systemic complications related to acute pancreatitis include acute respiratory distress syndrome, multiple organ dysfunction syndrome, disseminated intravascular coagulation, hypocalcemia, hyperglycemia, and insulin dependent diabetes or diabetic ketoacidosis. In practice, the development of diabetic ketoacidosis induced by acute pancreatitis is rare and generally associated with hypertriglyceridemia. However, herein we report a case of a 34-year-old female without hypertriglyceridemia, who was diagnosed with acute pancreatitis complicated with diabetic ketoacidosis. The patient was admitted with complaints of febrile sensation, back pain, and abdominal pain around the epigastric area. Levels of serum amylase and lipase were elevated to 663 U/L and 3,232 U/L. Contrast-enhanced abdominal CT showed pancreatic swelling, peri-pancreatic fat infiltration and fluid collection. The patient was initially diagnosed with simple acute pancreatitis. Though the symptoms were rapidly relieved after initiation of treatment, severe hyperglycemia (575 mg/dL), severe metabolic acidosis (pH 6.9), and ketonuria developed at four days after hospitalization. However, serum triglyceride levels remained within the normal range (134 mg/dL). Finally, the patient was diagnosed with acute pancreatitis complicated with diabetic ketoacidosis unrelated to hypertriglyceridemia. She recovered through insulin and fluid therapy, and receives insulin therapy at the outpatient clinic. (Korean J Gastroenterol 2016;68:274-278) 
INTRODUCTION
Acute pancreatitis, an inflammatory response of the pancreas to factors like gallstones, alcohol or hypertriglyceridemia, can produce a spectrum of locoregional or systemic complications. Locoregional complications include necrosis, abscess, pseudocyst, and ascites, while systemic complications include acute respiratory distress syndrome, multiple organ dysfunction syndrome, disseminated intravascular coagulation, gastrointestinal hemorrhage, hyperglycemia, hypocalcemia, hypertriglyceridemia, and insulin dependent diabetes or diabetic ketoacidosis. 1, 2 In clinical practice, the development of diabetic ketoacidosis secondary to acute pancreatitis is rare. Case reports and clinical studies often note an association of diabetic ketoacidosis induced by acute pancreatitis with hypertrigly- Fig. 1 . Contrast-enhanced abdominal CT scans at admission showed a diffuse edematous change of the pancreas, peri-pancreatic fat infiltration, and peri-pancreatic fluid collection. ceridemia. 3, 4 In a patient without hypertriglyceridemia, the development of acute pancreatitis complicated by diabetic ketoacidosis is unusual. 5 Herein, we report the case of a 34-year-old female diagnosed with diabetic ketoacidosis secondary to acute pancreatitis, unrelated to hypertriglyceridemia.
CASE REPORT
A 34-year-old female visited the emergency department with complaints of febrile sensation, lower back pain, and abdominal pain around the epigastric area for four days. Her symptoms worsened for another two days after the onset of the initial symptoms. The patient took over-the-counter drugs and received treatment at a local clinic, but the symptoms were not relieved. and Acute Physiologic and Chronic Health Evaluation (APACHE) II score 2 on admission day. 6, 7 However, the Balthazar CT score of acute pancreatitis was rated at grade E, more severe than the Ranson's and APACHE II scores, by the radiologist. 8 The patient was admitted to the general ward. Fluid replacement over 3,000 mL daily including crystalloid fluid and total parenteral nutrition, and alimentary ab- To our knowledge, the link between diabetic ketoacidosis and acute pancreatitis is mediated through hypertriglyceridemia. 13 The association among diabetic ketoacidosis, acute pancreatitis, and hypertriglyceridemia has been reported in several case reports since 1980. 12, 14, 15 Hypertriglyceridemia is a common sequela in diabetic ketoacidosis and is hypothesized as the most common factor triggering acute pancreatitis. 11 In diabetic ketoacidosis, insulin deficiency ac- If the discordance of laboratory and radiologic assessments was thoroughly considered, the development of severe complications might have been avoided. We believe that when treating acute pancreatitis, the clinicians should pay attention to changes in risk parameters including Ranson's criteria or APACHE II score during the initial 48 hours. In addition, especially in the early stage of acute pancreatitis, radiologic risk assessment should receive more attention.
In conclusion, this case is important in that severe diabetic ketoacidosis may develop after acute pancreatitis in a patient without hypertriglyceridemia despite the clinical improvement of acute pancreatitis. Thus, the physicians should consider the possibility of development of diabetic ketoacidosis associated with acute pancreatitis, regardless of trigly-
